We report an unusual case of granulomatous hypophysitis in which visual impairment, meningitis and hypopituitarism in a 76-year-old female were associated with radiological evidence of a pituitary mass. The sellar lesion was indistinguishable from pituitary tumor on neuroimaging studies, but the recovery of visual acuity and visual field abnormalities together with the improvement of pituitary function after steroid administration indicated that the mass lesion was due to an inflammatory disease of the pituitary gland. The pituitary tissue obtained by transsphenoidal hypophysectomy revealed granulomatous inflammatory cell infiltration with epithelioid cells and scattered multinucleated giant cells. Although a causal relationship with meningitis was not ascertained, possible exposure of the CSF space to the autoimmune inflammatory process of the pituitary gland was likely in view of the positive pituitary antibody reaction and radiological evidence of suprasellar extension. This entity should be considered when evaluating patients with a pituitary mass, hypopituitarism and meningitis.
Introduction
Giant-cell granulomatous hypophysitis is an uncommon disorder. The majority of reported cases come from necropsy materials since it is exceptional of find this pathological entity in surgically-obtained specimens. Thus, a comparatively limited number of clinical cases have been documented (1) (2) (3) (4) (5) (6) . Here, we describe a patient who presented with visual impairment, meningitis and hypopituitarism together with a radiologicallydemonstrated intrasellar mass.
Case Report
A 76-year-old woman was seen in mid- May, 1990 , at an ophthalmology clinic after having noted visual field abnormalities; she was referred to our hospital because of suspected intracranial lesions. On June 3, she experienced a febrile episode, after which she became unable to stand upright or to walk owing to extreme leg pain, and was admitted to our hospital the following day. Her blood pressure was 90/50 mmHg, pulse rate 84/min and regular, body temperature 36.9°C. She was somnolenmt. The dorsum of her left foot was reddened, swollen and tender, and the right thigh was also painful. There were no abnormalities in the chest or abdomen. Slight nuchal rigidity and urinary retention were noted. The erythrocyte sedimentation rate was 128mm/h and white cell count 3,600/mm3. The C-reactive protein was 6.3mg/dl. The total serum protein was 6.3g/dl (albumin 2.8g/dl). Serum sodium was 122mEq/l, and chloride 93mEq/l. VDRL (-), PPD test (+) and serum angiotensin-converting enzyme was ll.9IU/1/37°C (normal 8.3-21.4). The chest X-ray was negative. Her cerebrospinal fluid (CSF) contained 160/mm3 white blood cells (mainly lymphocytes), protein lll mg/dl, glucose 80mg/dl and chloride 116 mEq/l. CSF cultures were negative for common bacteria, Mycobacterium tuberculosis and fungi. A computed tomography (CT) scan showed a highly contrast-enhanced intrasellar mass (Fig. 1) . Perimetry revealed bitemporal hemianopsia.
Endocrine studies showed a serum PRL level of4.7 ng/ml (normal <15), GH level 0.7ng/ml (normal <5), LH 0.5mIU/ml and FSH 0.5mIU/ml. The free thyroxine concentration was 0.5ng/dl (normal 0.8-2.1), free triiodothyronine 1.7pg/ml (normal 2.8-6.00) and TSH any GH response to arginine. PRL responded slightly to intravenous TRH (Table 1) . Cefotaxime sodium and piperacillin sodium were
given intravenously for the treatment of meningitis, although a bacterial cause was unlikely. Adrenocortical hypo function was considered responsible for the hy ponatremia and thus was evaluated by ACTH-Z test (3-day method). A normal response of urinary 17-OHCS to ACTH was obtained but the circadian rhythm of the blood cortisol level was found to be subnormal despite the fact that the hyponatremia had been corrected (Fig. 2) . Daily intramuscular ACTH-Z injection was started, and produced dramatic clinical improvement on the second day in terms of recovery of appetite, dis appearance of general malaise and rapid amelioration of 
